necrotic focus of the aorta in man. According to that author the results seem to support the theory of filtration in atherosclerosis.
Damage to the vascular endothelium has been used in our studies of atherosclerotic changes in the aorta of the white rat. We applied Water 'S2 3 intravenous injections of allylamine as an endothelial toxic agent, and an egg-yolk emulsion for the purpose of producing hyperlipemia and hypercholesteremia. 4 In these investigations special attention was given to the correlation between the frequency of applying allylamine and the degree of damage of the aorta on the one hand, and the persistence of fat infiltration in its wall, on the other. It was found that microscopic changes consisting in the deposition of fats in the wall of the aorta persisted in these experiments only when the agent injuring the vessels was applied several times and hyperlipemia was produced simultaneously. We may assume that this was a case of superimposition of 2 separate pathologic processes and that the persistence of fatty infiltrations in the arterial wall of the rat depends among others on the degree of injury to the arterial wall.
I should like to mention that we were unable to produce in the rat all the changes that characterize fully developed atherosclerosis in man. Nevertheless, we presented a certain histologic syndrome with some of the fundamental characteristics of the atherosclerotic process prevent the development of greater and more complicated changes. [5] [6] [7] [8] [9] In general, the white rat as a laboratory test animal of experimental atherosclerosis differs from other animals, especially in a biochemical respect. Our investigations con- cerning the influence of protamine sulfate on experimental lipemnia"l and comparing the lipemia curve in rats and rabbits after an injection of egg-yolk emulsion and protamine sulfate as an antiheparin agent, showed a distinct difference according to the kind of animal: in rats the high "exogenic" hyperlipemia became compensated on the second day in the group with protamine as well as in that without protamine; in rabbits analogous hyperlipemia decreased more gradually and the administration of protamine delayed the decrease of the level of lipids in blood serum ( fig. 7) .
In research on experimental atherosclerosis considerable attention is paid to the cholesterol metabolism in the organism. We are aware that without isotopes it will be difficult to solve the problem of its metabolism in atherosclerosis. I shall, however, quote some interesting investigations on the behavior of cholesterol in experimental conditions. Kaleta12 showed that injections of somatotrophic hormone in dogs raised the level of total cholesterol in the blood up to 45 per cent of the normal values, whereas injections of adrenocorticotrophic hormone caused no change.
In our Institute investigations were made on the influence of emotion on changes of cholesterol in white rats.'3 This subject was studied because of the negative results of investigations on the influence of disturbing factors on the behavior of cholesterol in the blood and because of possible vascular changes in white rats fed on a diet enriched with cholesterol and fat. The animals were irritated by means of an electric stimulant in a special automatic device for a period of 6 weeks. The results of biochemical examinations of irritated rats as compared with control animals allowed us to state that (1) the stimulation had no influence on a rise in the level of cholesterol in blood serum, (2) on the other hand, 9}34 willr 7- in the group of irritated animals there were distinct changes in free and total cholesterol in the liver and in the suprarenal glands consisting in an increase of the ester content in the liver and a decrease of the esterified form of cholesterol in the suprarenal gland (tables [1] [2] [3] vessels. A confirmation of this conclusion by a long-term observation of a group of subjects checked by this method is indeed necessary.
In the same study a marked deformation of the ballistocardiogram was found in all coronary patients despite the lack of alterations in the dynamics of their heart beat (the dyiiamics of the heart beat were estimated ac cording to Blumberger 35 This difference was more constant in atherosclerotic patients than in subjects suffering from thromboangiitis obliterans. 45 Considerable attention has been given in our country to alimentary lipemia and its modifications after the administration of heparin in normal and atherosclerotic subjects. Both the degree and duration of alimentary lipemia are claimed to be increased in the latter group. This observation has been repeatedly confirmed in our studies, at first by turbidimetric methods46 48 and recently also by direct chemical determination of glycerol obtained after the hydrolysis of serum neutral fat.47 Figure 11 shows different courses of alimentary lipemia in normal and atherosclerotic subjects.
The clearing effect of heparin upon alimentary lipemia in vivo as well as the clearing effect in vitro of the patient's plasma taken 15 minutes after heparin injection were compared in normal and coronary subjects. 48 
